Fitz-Hugh-Curtis syndrome, a rare complication of pelvic inflammatory disease, is an inflammation of the liver capsule (thus called perihepatitis) and the surrounding peritoneum. It occurs extremely rarely in men and is typically characterized by a sudden onset of severe pain in the right upper abdominal quadrant. Ultrasound examination of the liver does not reveal any morphologic changes, and liver function tests are usually normal. Computerized tomography shows the thickening of the perihepatic fat, but definitive diagnosis is only possible by direct visualization by laparoscopy or laparotomy. We present a 33-year-old HIV-positive man with Chlamydia trachomatis proctitis who developed severe right upper abdominal quadrant pain. Abdominal ultrasound did not show any liver pathology, while computerized tomography revealed hepatic capsular thickening. After 21 days of doxycycline therapy, the patient's symptoms subsided. Based on the clinical presentation and liver computerized tomography examination, the diagnosis of proctitis and the resulting Fitz-Hugh-Curtis syndrome was made. Although it is rarely seen in male patients, it should be a part of differential diagnosis in patients who present with right upper abdominal quadrant pain, especially in men who have sex with other men.
Introduction
Fitz-Hugh-Curtis syndrome (FHCS) is an inflammation of the liver capsule and the local peritoneum of the right upper abdominal quadrant (RUQ), which occurs in about 5%-15% cases of pelvic inflammatory disease and is usually seen in women of childbearing age. 1 This syndrome was first reported by Curtis in 1930 in a female patient who suffered from gonococcal salpingitis. 2 In 1934, Fitz-Hugh reported three female patients who had severe RUQ pain and also suffered from gonococcal salpingitis. 3 FHCS is seldom reported in men, 1 most likely because men are rarely affected by pelvic inflammatory disease. Men are usually mentioned only as transmitters of the pathogen. 4 Neisseria gonorrhoeae was originally considered to be the main pathogen, but it was later discovered that Chlamydia trachomatis also plays an important role. 5, 6 The infection is usually spread per continuitatem 7 through the right paracolic space, by blood or by lymphatic fluid, 8, 9 selectively affecting the liver capsule. 7 The inflammation results in the formation of gentle fibrin adhesions ('violin strings') between the surface of liver, diaphragm, and the abdominal wall, which causes RUQ pain, a characteristic symptom of FHCS. White cells count and liver function tests are usually normal or slightly elevated. 1, 7, 10 The C-reactive protein (CRP) is usually elevated, 7 and the erythrocyte sedimentation rate (ESR) is increased. The main diagnostic procedure is multi-slice computerized tomography (MSCT), 11 which reveals hepatic capsule contrast enhancement in the arterial phase, 12 while the morphology of liver remains intact. We can detect the pathogen by nucleic acid amplification tests (NAAT) 8 from cervical or rectal swab. The definite diagnosis is possible only by directly visualizing perihepatic adhesions by laparotomy or laparoscopy, which are not desirable in most cases due to their invasiveness. Thus, the diagnosis is most often made indirectly, by eliminating other, more frequent causes of RUQ pain, 13, 14 for example, biliary colic, acute cholecystitis, hepatitis, liver abscess, subphrenic abscess, or acute pyelonephritis. The treatment is usually conservative, 7, 8, 13 and if it is initiated early and targeted at the causative microorganism, it leads to the complete resolution of symptoms. Severe cases may require laparoscopic adhesiotomy. 1
Case report
A 33-year-old HIV-infected patient was admitted to our hospital in September 2015. He was complaining about purulent and bloody anal discharge, slight RUQ pain, and low-grade fever that had started a month ago. A few days prior to his admittance to the Unique Health Identification (UHID), he noticed redness, swelling, and pain in his right heel. He had been on tenofovir/emtricitabine and efavirenz since HIV was diagnosed in October 2013. He acquired HIV infection through sex with other men (men who have sex with men (MSM)). His last CD4+ count in May 2015 was >500/mm 3 and viral load (VL) undetectable. He stated that he had had an unprotected receptive anal intercourse few weeks prior to the onset of symptoms. On admission, the patient had a fever of 37.8°C, he was pale, and illappearing. There was noticeable redness and swelling below the lateral malleolus of the left ankle. On abdominal palpation, RUQ tenderness was noticed, without liver enlargement. The digital rectal exam showed purulent and bloody discharge. Laboratory test showed moderately elevated CRP 77 mg/L, with normal complete blood count, biochemistry and liver function tests, urinalysis, and chest X-ray. Two sets of blood cultures for routine bacterial cultures were taken, as well as throat and rectal swabs for NAAT for C. trachomatis and N. gonorrhoeae. The patient was initially given intravenous ceftriaxone 1 g QD, oral doxycycline 100 mg BID, and indomethacin 25 mg TID. An abdominal ultrasound showed normal sized liver without focal lesions; 3 days after admission, the NAAT from rectal swab came back was positive for C. trachomatis. Hereafter, the treatment was continued with doxycycline and indomethacin only. An MSCT of the abdomen and pelvis showed a normal sized liver without focal lesions, with enhancement of the hepatic capsule and thickening of perihepatic fat (Figure 1 ). The rectal wall was circularly thickened with blurred surrounding fatty tissue (Figure 2 ). RUQ pain subsided about 5 days into treatment, as well as swelling and redness of the ankle. The patient was discharged after 10 days in good condition and with resolution of all symptoms. The doxycycline treatment was continued for 21 days. Although we were not able to determine the C. trachomatis serovar due to loss of sample in laboratory, the treatment duration was adjusted for potential lymphogranuloma venerum (LGV) infection, which can sometimes lead to severe proctitis or proctocolitis. 15 
Discussion
FHCS was first described in a male patient in 1970. 16 Later on, a few authors also described perihepatitis in male patients with gonococcal urethritis, 17 proctitis, 18 and disseminated gonococcemia. 19 In 1981, Fung and Silpa 18 first described FHCS in an MSM. In 1985, Winkler et al. 20 first mentioned perihepatitis in an MSM patient with impaired cellular immunity, but it was considered to be related to an acute cytomegalovirus infection. In some reports, the etiology was not established, but the imaging methods of the abdomen showed liver capsule enhancement 1, 9 or the adhesions were directly visualized by laparoscopy. 21 None of these reports mentioned C. trachomatis as the causative agent of FHCS. So far, it has only been described in female patients. Our patient had symptoms consistent with proctitis and a pelvic inflammation, C. trachomatis confirmed from rectal swab, and an MSCT scan showing thickening of the rectal wall and perirectal fluid collection, indicating a local inflammatory process. Since his VL was undetectable and CD4+ lymphocytes count normal, he was not immunocompromised, nor was he considered at greater risk for that matter.
Our main limitation is that the diagnosis was not directly confirmed with laparoscopy or laparotomy, but only indirectly, with MSCT. Also, we were unfortunately not able to determine C. trachomatis serovar due to the loss of sample in the laboratory.
Previous research shows that MSM exhibits higher rates of unprotected sex and consequently have a higher prevalence of sexually transmitted infections (STIs) than their non-MSM counterparts. 22, 23 Furthermore, by practicing anal intercourse, they do not necessarily develop a typical symptom of STI, urethral discharge, which is why they fail to recognize it early enough. Late presentation to care increases the risk for the pathogen to advance, cause damage to surrounding structures, or lead to a systemic inflammation. Due to impaired cellular immunity, HIVpositive patients are at greater risk of developing a more severe disease.
Conclusion
To our knowledge, FHCS has not yet been described in a male patient infected with HIV. We believe this matter is of importance because of its rare incidence in men, but probably more frequent in MSM. Failing to recognize it early enough could lead to chronic health issues. Also, we wish to highlight the importance of understanding the risk factors in MSM patients and having an increased index of suspicion when treating them, even more if they are infected with HIV.
